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Rezumat

Foliculita decalvantd reprezintd o patologie rard
inflamatorie a scalpului, care poate evolua citre alopecie
cicatriciald ireversibild. Chiar dacd mecanismul este
insuficient elucidat, se considerd ci stafilococul auriu joacd
un rol important in etiopatogenie. Raportam cazul unui
pacient in vdrstd de 60 ani, care s-a internat pentru
multiple plici alopecice atrofice, pruriginoase, ulcerafii
multiple acoperite de cruste sero-hematice, pustule
dureroase localizate la nivelul scalpului, preferential la
nivelul vertexului si parieto-occipital. Diagnosticul pozitiv
a fost sustinut de examenul clinic local, tricoscopie,
analizele de laborator si examenul histopatologic,
reprezentdnd — cheia  cdtre  succesul  terapeutic.
Particularitatea cazului rezidd in evolutin Iungd,
nefavorabild, tratamentele nereusite, subliniat de faptul cd
pentru o perioadd foarte lungd de timp, pacientul nu a fost
diagnosticat corect, fapt ce subliniazd complexitatea
alopeciilor cicatriciale si dificultatea diagnosticdrii care
poate duce la tratament neadecvat.
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Summary

Folliculitis decalvans is a rare, inflammatory disease of
the scalp, which can evolve to irreversible cicatricial
alopecia. Even though the mechanisms of this disease are
not fully known, it is considered that Staphylococcus
aureus plays an important role in its etiopathogenesis. We
report the case of a 60 years old patient that was admitted
to our department for multiple pruriginous, alopecic
atrophic plaques, with numerous ulcerations covered by
serohematic crusts and scales, painful pustules on the
vertex and parietal-occipital regions of the scalp. The
diagnosis was confirmed by clinical, pathological
examination, and trichoscopy, which were the key factors to
a successful treatment. The particularity of the case resides
in the long, unfavorable evolution, incorrect treatment of
the patient, being misdiagnosed for a long time in other
dermatological services. All this underlines the complexity
of cicatricial alopecia and the difficulty of diagnosis, which
may often lead to inappropriate treatment.
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Introducere

Foliculita decalvanta a scalpului, denumita
de Brocq in 1905, descrisa de Quinquaud in 1888
ca fiind o “foliculita epilatoare si destructivd a
regiunilor pdroase”, reprezintd un subtip intens
inflamator de alopecie cicatriciald primara. [1]
Alopeciile cicatriciale reprezintd un grup de boli
rare, caracterizate prin pierderea ireversibild a
foliculilor pilosi care sunt inlocuiti cu tesut fibros.

Procesul distructiv in alopeciile cicatriciale
poate avea loc primar, cand procesul inflamator
este foliculocentric sau secundar, cauzat de un
proces inflamator localizat la nivelul pielii
scalpului sau post-traumatic, in acest caz
foliculul pilos fiind un “spectator nevinovat”. In
2001, Grupul de Lucru al alopeciilor cicatriciale
din America de Nord a clasificat alopeciile
cicatriciale primare in 3 grupe, in functie de
principalele celule inflamatorii prezente:

1. limfocitare-lupusul eritematos forma
discoidd, lichenul planopilaris LPP
(LPPclassic), alopecia fibrozanta frontala,
sindromul Graham-Little), pseudopelada
clasicdi Brocq, alopecia cicatriciala
centrifugd centrald, alopecia mucinosa,
keratoza foliculard spinuloasa decalvants;

2. neutrofilice-foliculita decalvants, celulita
disecantd a scalpului;

3. mixte-acnee cheloidiand, acnee necroticd,
dermatoza pustuloasa eroziva. [2]

Chiar dacd etiopatogenia alopeciilor cica-
triciale primare este incomplet elucidata, rolul
cheie este reprezentat de distrugerea celulelor
stem epiteliale printr-un rdspuns imun anormal
impotriva autoantigenelor specifice celulelor
stem sau epiteliului mai diferentiat din jur, in
acest caz potentialul regenerativ al celulelor stem
epiteliale fiind depasit. [3]

Caz clinic

Pacient in varstd de 60 ani, fird antecedente
personale patologice, s-a internat in sectia de
Dermatovenerologie pentru multiple pustule
dureroase si ulceratii acoperite de cruste sero-
hematice distribuite la nivelul scalpului, plici
alopecice atrofice, prurit local.

Boala a debutat in urma cu aproximativ 18
ani, pentru care pacientul a urmat tratament local
cu infiltratii cu corticosteroizi, evolutia fiind
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Introduction

Folliculitis decalvans of the scalp, named by
Brocq in 1905, described by Quinaquaud in 1888
as “a destructive and epilating folliculitis of the
hairy regions”, represents an intensive
inflammatory subtype of primary scarring
alopecia. [1] Cicatricial alopecias are rare diseases
described by the irreversible loss of hair follicles
replaced by fibrous tissue.

The destructive process of scarring alopecias
can be primary when the inflammation is in the
center of the follicle, or secondary, caused by a
localized inflammatory process of the scalp or
post-traumatically, during which the hair follicle
is considered an “innocent spectator.” In 2001, the
workgroup of scarring alopecias from North
America classified them into three categories,
based on the presence of inflammatory cells:

1. lymphocytic — discoid lupus erythema-

tosus, planopilaris lichen LPP (classic
LPP), frontal fibrosing alopecia, Graham-
Little syndrome), Brocq pseudopelade,
central centrifugal cicatricial alopecia,
alopecia mucinosa, follicular decalvans
spinulosus keratosis;

2. neutrophilic - folliculitis decalvans, dis-

secting cellulitis of the scalp;

3. mixed - keloid acne, acne necrotica, ero-

sive pustular dermatosis. [2]

Even though the etiopathogenesis of primary
scarring alopecias is not fully known, the main
cause is represented by the destruction of
epithelial stem cells after an abnormal immune
response directed against the autoantigens of
specific stem cells or against the surrounding
differentiated epithelium, case in which the
regenerative potential of the stem cells is
exceeded.[3]

Clinical case

We present the case of a 60-year-old patient,
without comorbidities, admitted to the Dermato-
venereology Department for multiple painful
pustules and ulcerations covered by serohematic
crusts, atrophic alopecic plaques diffusely
distributed on the scalp, with local pruritus.

The disease debuted approximately 18 years
ago and was treated with local corticosteroid
infiltrations, which proved inefficient, causing




nefavorabild, cu cdderea ireversibila a parului
dispus in pldci alopecice atrofice. Pe o perioada
de timp, in special vara, pacientul a prezentat
pustule asimptomatice la nivelul scalpului. In
urma cu un an, la nivelul scalpului au reaparut si
pldci eritematoase pruriginoase cu pustule
dureroase, pentru care a urmat tratament local cu
dermatocorticoizi cu potentd foarte mare
(clobetasol), timp de 3 sdptdmani, indicat in alte
servicii de dermatologie, evolutia fiind ne-
favorabild cu agravarea leziunilor si aparitia de
multiple pustule, eroziuni, scuamo-cruste si
cdderea firelor de par. Ulterior, a urmat tratament
sistemic si local cu antimicotice, care au fost
ineficiente, motiv pentru care s-a internat in
Sectia de Dermatovenerologie Spitalul Clinic
Judetean de Urgentd Sibiu. Examenul pe aparate
si sisteme se afla in limite normale.

La nivelul vertexului, parieto-occipital, in
periferia placilor alopecice prezenta multiple
pustule la baza firelor de par si ulceratii de
dimensiuni diferite (diametrul (D) = 0.5 cm-3 cm)
acoperite de scuamo-cruste groase sero-hematice
galben-brune, aderente, dureroase; la nivelul
scalpului prezenta multiple placi alopecice de
diferite dimensiuni si forme, cu tendintd la
confluare, atrofice, usor sub-denivelate, cu
periferia eritematoasd si central de culoare alb-
fildes, pe alocuri cu scuame alb-galbui, pruri-
ginoase, vezi (Fig. 1, Fig. 2). Testul tragerii de par
a fost pozitiv. La nivelul toracelui anterior
prezenta o leziune nodulard eritematoasa, cu
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atrophic alopecic plaques with irreversible hair
loss. For a long time, especially during the
summer months, the patient presented asympto-
matic pustules on the scalp. A year ago,
pruriginous erythematosus plaques debuted on
the scalp, accompanied by painful pustules, for
which he was treated, in other dermatology
services, with high potency corticosteroids
(clobetasol) for three weeks, with an unfavorable
evolution, aggravation of the lesions and the
debut of numerous pustules, erosions, scales,
crusts, and hair loss. Systemic and local
antifungal treatment was also associated but was
inefficient, so the patient was admitted to our
Dermatology Department (Emergency Hospital
of Sibiu County). The clinical exam of the patient
was within normal limits.

In the parietal-occipital region, on the vertex
of the scalp, around the periphery of the alopecic
plaques, the patient presented multiple peri-
follicular pustules and ulcerations of different
sizes (diameters of 0.5-3 cm) covered by thick
serohematic, brown-yellowish, painful adherent
scales and crusts. On the scalp, the patient
presented multiple, slightly uneven, pruriginous
alopecic atrophic plaques of different shapes and
sizes, with an erythematous halo and white
center, see (Fig. 1, Fig. 2). The hair pull test was
positive. The patient presented a painful ery-
thematosus nodular lesion on the anterior thorax,
with a diameter of approximately 1 cm. On both
inguinal sides, there were well-defined, pru-

Figura 1. Foliculita decalvanti - la momentul interndrii.
Figure 1. Folliculitis decalvans — on admission.

Figura 2. Foliculita decalvantid — dupd initierea terapiei.
Figure 2. Folliculitis decalvans — after initiation of
treatment.
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diametrul de aproximativ 1 cm, dureroasd, iar
inghinal bi-lateral, placarde eritematoase bine
delimitate, cu margine dantelatd, pruriginoase.
Tricoscopia pacientului descrie arii de alopecie
fard orificii foliculare si fire de péar, puncte albe
(proces fibrotic derm), arii eritematoase
“laptoase-rosii” si arii albicioase de “portelan
astructurale”, pustule foliculare, scuamo-cruste
galben-brune, politrichie, eritem perifolicular,
(vezi Fig. 3). Din analizele de laborator subliniem:
hiperlipidemie mixtd, VSH usor crescut, exudatul
nazal pozitiv pentru Staphilococcus aureus
MSSA. Examenul bacteriologic din pustule de la

A

riginous, erythematosus placards with reticular
margins. The scalp’s trichoscopy presented areas
of alopecia without follicular openings and hair
shafts, white dots (dermis fibrosis), “milky-red”
erythematosus areas, and porcelain-like struc-
tureless white areas, follicular pustules, brown-
yellowish scales and crusts, tufted hairs,
perifollicular erythema, see (Fig. 3). Laboratory
tests showed: mixed dyslipidemia, elevated
erythrocyte sedimentation rate (ESR), positive
nasal swab test for MSSA Staphylococcus aureus.
The bacteriologic exam from the pustules was
positive for MSSA Staphylococcus aureus, the

B

Figura 3.Tricoscopie foliculitd decalvantd. Legendd: A — Pustule foliculare (cercuri rosii). B — Ulceratii acoperite de scuamo-
cruste galben-brune (cerc rosu). C — Politrichie (cerc rosu). D. Eritem perifolicular (cerc rosu).
Figure 3. Trichoscopy of folliculitis decalvans. Legend: A. Follicular pustules (red circles), B. Ulcerations covered by yellow-
brown scales and crusts (red circle), C — Tufted hairs (red circle), D. Perifollicular erythema (red circle).
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nivelul scalpului a evidentiat Staphilococcus
aureus MSSA, anti-biograma fiind metoda de
referintd in alegerea tratamentului local si
sistemic. Examenul micologic direct si cultura,
hemoleucograma, functia renald, hepaticd,
valorile = complementului C3 si (4,
imunoglobulinele, celulele lupice, factorul
reumatoid au fost negative. Biopsia cutanatd a
confirmat diagnosticul de foliculitd decalvantd,
evidentiind la examenul histo-patologic un
fragment cutanat tapetat de wun epiteliu
pavimentos stratificat cu zone focale de
paracheratoza, cu wusoard acantozd, creste
epidermice pe alocuri sterse, jonctiune dermo-
epidermicd intacta. La nivelul dermului papilar si
reticular se evidentiazd un bogat infiltrat
inflamator dispus difuz format din limfocite si
numeroase plasmocite mature, cu extindere in
profunzime si cu distructie a structurilor
foliculare, (vezi Fig. 4).

in urma investigatiilor clinice si paraclinice,
pacientul a fost diagnosticat cu foliculita
decalvanta scalp, ulceratii multiple scalp supra-
infectate cu Stafilococcus aureus MSSA,
hidradenita torace anterior, intertrigo candidozic
inghinal bilateral, rinitd cu Staphilococcus aureus
MSSA, dislipidemie mixta.

Pacientul a urmat tratament sistemic cu
Doxiciclina 100 mg 2 comprimate/zi, timp de 2
sdptdmani, apoi 1 comprimat/zi, pana la 3 luni,
probiotice. La nivelul
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antibiogram being the reference method in
choosing the appropriate local and systemic
treatment. Direct mycological exam, blood count,
hepatic and renal function, C3 and C4 com-
plement values, immunoglobulins, lupus cells,
rheumatoid factor were negative. Skin biopsy
confirmed the diagnosis of folliculitis decalvans,
and the histopathological exam showed a
cutaneous fragment taped by stratified squa-
mous epithelium with focal areas of para-
keratosis, slight acanthosis, faded epidermal
ridges, intact dermal-epidermal junction. There
was a rich, diffusely located lymphocytic
inflammatory infiltrate and numerous mature
plasmocytes with a profound extension and
destruction of follicles in the papillary and
reticular dermis, (see Fig. 4).

After thorough clinical and paraclinical
investigations, the patient was diagnosed with
folliculitis decalvans of the scalp, multiple
superinfected ulcerations with MSSA Staphylo-
coccus aureus, hidradenitis of the anterior thorax,
inguinal intertrigo candidosis, rhinitis with
MSSA  Staphylococcus aureus, mixed dys-
lipidemia.

The patient was treated with systemic
antibiotics ( 100 mg Doxycycline 2 tablets/day for
two weeks, then 1 tablet/day up to 3 months)
and probiotics. The local treatment included
the antiseptics, cleaning of the area with
saline, antibiotic oint-

scalpului,  tratamentul
local a inclus toaleta locala
cu ser fiziologic,
antiseptice, solutii si
unguente cu antibiotice
(conform anti-biogramei),
keratolitice, umectante,
evolutia fiind favorabilg,
cu detasarea
scuamocrustelor, epiteli-
zarea ulceratiilor, amelio-
rarea eritemului si simpto-
matologiei in cateva zile,
(vezi Fig. 5). Tratamentul
local de intretinere in ur-
matoarele luni a cuprins:

ments (respecting the
antibiogram), keratolytics,
emollients, with a favo-
rable evolution, remission
of scales and crusts, epi-
thelialization  of  the
ulcerations, fading of local
erythema, and improve-
ment of the sympto-
matology in a matter of
days, (see Fig. 5). The local
maintenance treatment for
the next months included:
antiseptics, antibiotics,
retinoids, kera-tolytics,
exfoliants.

dezinfectante, antibiotice,
retinoizi, keratolitice, ex-
folianti.

Figura 4. Examen histopatologic pacient.
Figqure 4. Histopathological exam.

The lesion on the
anterior thorax was
treated with ichthyolated
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Leziunea de la nivelul toracelui anterior a fost
tratatd cu unguent ichtio-lat combinat cu
antibiotic, dupd toaleta locald, iar inghinal
bilateral, cu solutie Sabouraud. Pentru eradicarea
colonizdrii intranazale cu Staphilococcus aureus,
a fost utilizat tratament topic intranazal cu
antibiotic.

La evaluarea de la o lund, pacientul nu
prezenta la nivelul scalpului leziuni de foliculita
activd, iar eritemul era mult diminuat, (vezi
Fig. 6).

Discutii

Foliculita decalvanta reprezinta aproximativ
11% din totalul alopeciilor cicatriciale primare,
apartinand grupului celor cu neutrofile, aldturi
de celulita disecantd a scalpului.

Preponderent, aceastd patologie afecteazd
tinerii si adultii, cu o pondere mai mare la afro-
americani decat la caucazieni, cu o predilectie
pentru genul masculin. [4]

Etiopatogenia foliculitei decalvante nu este
complet cunoscutd. Se considerd cd stafilococul

Figura 5. Evolutia dupi 6 zile de tratament.
Figure 5. Evolution after six days of treatment.
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ointment combined with antibiotics after the
disinfection of the area. The inguinal intertrigo
was treated with Sabouraud solution. In order to
eradicate the nasal infection with Staphylococcus
aureus, we used an intranasal topical antibiotic
treatment.

After a month of treatment, the patient no
longer presented active lesions of folliculitis, and
the erythema was barely visible, (see Fig. 6).

Discussions

Folliculitis decalvans represents approxi-
mately 11% of the total of primary scarring
alopecias — neutrophilic group, next to dissecting
cellulitis of the scalp.

Mainly, this pathology affects young people
and adults, mostly afro-americans than
Caucasians, with a predilection for males. [4]

The etiopathogenesis of folliculitis decalvans
is not fully known. It is considered that
Staphylococcus aureus (SA) plays a very
important part because it can be found in most
patients with untreated folliculitis of this type. It

Figura 6. Evolutia dupd o lund de tratament.
Figure 6. Evolution after one month of treatment.




auriu joacd un rol important deoarece este izolat
de la aproape fiecare pacient cu foliculita
decalvantd netratatd. Poate actiona prin
superantigenele bacteriene care stimuleaza
sistemul imun sau printr-un rdspuns anormal al
gazdei la toxinele stafilococului auriu sau ca
infectie secundard. Astfel, este recunoscuta
importanta eradicdrii stafilococului auriu pentru
a trata si limita evolutia bolii. [4] [5]

Celulele prezentatoare de antigen, cum sunt
celulele Langerhans, proceseaza stafilococul
auriu (SA) si activeazd limfocitele T. Entero-
toxinele SA pot actiona ca superantigene si
activeazd direct limfocitele T prin domeniul V al
receptorului de limfocite T. Neutrofilele pot fi
recrutate prin mecanisme de imunitate Innascuta
prin intermediul interleukinei (IL) 8. Limfocitele
T pot promova inflamatia in principal prin
interferon (IFN), factorul de necroza tumorala
(TNF) si fibrogeneza prin factorul de crestere
transformant (TGF), factorul de baza de crestere a
fibroblastelor (b-FGF), IL 1 si IL 4. Fibroblastele
pot supraproduce matricea extracelulard, care se
acumuleaza in derm. In procesul fiziopatologic
mai pot fi implicate molecule: ELAM, molecula
de adeziune a leucocitelor endoteliale, ICAM,
moleculd de adeziune intercelulara, VCAM,
molecula de adeziune a celulelor vasculare s.a. [5]

A mai fost postulata teoria geneticd deoarece
au fost raportate cazuri familiale. [6]

Anamneza, examenul clinic local, tricoscopia,
culturile bacteriene si biopsia scalpului ajuta
clinicianul in stabilirea diagnosticului. Clinic,
boala debuteaza prin aparitia de macule, papule
eritematoase perifoliculare cu formare de pustule
si eventual, hiperkeratoza perifoliculard, insotite
de durere, prurit si/sau senzatie de arsuri.
Leziunile evolueaza clinic cu aparitia de scuame
galben/gri, eroziuni si ulceratii, cruste galbene/
hemoragice, care se detaseazd cu caderea firelor
de par. Evolutia bolii in lipsa tratamentului este
cronicd, progresivd cu reaparitia repetatd de
pustule, cu distrugerea de foliculi pilosi si
formarea de placi alopecice atrofice netede, de
dimensiuni si forme diferite, de culoarea
tegumentului, eritematoase sau alb-fildes, cu
pustule la periferie. Leziunile vechi au aspect
cicatricial, fara leziuni de foliculitd activa. [7]

Examenul histopatologic reprezinta stan-
dardul de aur in diferentierea formelor de
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can act through bacterial superantigens that
stimulate the immune system, as an abnormal
response from the host to the staphylococcal
toxins or as a secondary infection. It is well
known that in order to treat and limit the
disease’s evolution, it is very important to
eradicate Staphylococcus aureus. [4] [5]

Antigen-presenting cells, such as Langerhans
cells, process Staphylococcus aureus (SA) and
activate T lymphocytes. SA enterotoxins can act
as superantigens and directly activate T
lymphocytes through the V domain of the T
lymphocyte receptor. Neutrophils can be
recruited by immune mechanisms via interleukin
(IL) 8. T lymphocytes can promote inflammation
mainly by interferon (IFN), tumor necrosis factor
(TNF), and fibrogenesis through the trans-
forming growth factor (TGF) and through the
basic fibroblast growth factor (b-FGF) ), IL 1 and
IL 4. Fibroblasts can overproduce the extra-
cellular matrix, which accumulates in the dermis.
Molecules can also be involved in the patho-
physiological process: ELAM, endothelial
leukocyte adhesion molecule, ICAM, inter-
cellular adhesion molecule, VCAM, vascular cell
adhesion molecule, etc. [5]

A genetic theory was also postulated since
there were some familial cases reported. [6]

Anamnesis, clinical examination, trichoscopy,
bacterial cultures, and scalp biopsy can help the
clinician establish the diagnosis. Clinically, the
disease debuts with macules, perifollicular
erythematous papules, and hyperkeratosis
(possibly), pustules, accompanied by pain,
pruritus, and/or burning sensation. The lesions
evolve clinically with the onset of yellow/gray
scales, erosions, and ulcerations, yellow/
hemorrhagic crusts, alopecic plaques. The
evolution of the disease in the absence of
treatment is chronic, progressive with the
repeated reappearance of pustules, destruction of
hair follicles, and the formation of skin-colored,
erythematous or ivory white, smooth atrophic
alopecia plaques of different sizes and shapes,
with pustules on the periphery. Old lesions have
a scarred appearance, without active lesions of
folliculitis. [7]

The histopathological examination is the gold
standard in differentiating the types of scarring
alopecias. It is recommended to perform a scalp
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alopecie cicatriciald. Se recomandd efectuarea
biopsiei scalpului in alopecii cu un punch de
4 mm la nivelul unei zone active clinic. [8] Chiar
dacd conform clasificarii alopeciilor cicatriciale,
foliculita decalvantd face parte din grupul celor
cu neutrofile, precizdm ca neutrofilele sunt
prezente in infiltratul inflamator la debutul bolii,
iar in evolutie, la pacientii cu boald avansatd,
infiltratul inflamator poate fi mixt. Astfel, in
foliculita decalvantd, leziunile initiale prezinta
agregare de keratind la nivelul infundibulului cu
infiltrat dens neutrofilic perifolicular acut in
portiunea superioard a foliculului, apoi in
evolutie, infiltratul inflamator intrafolicular si
perifolicular este format din neutrofile, limfocite,
histiocite si plasmocite, ce se extinde in derm, cu
debutul distructiei foliculare. Tardiv, examenul
histopatologic descrie fibroza perifoliculara
cicatriciald cu traiecte fibroase care inlocuiesc
foliculul pilos, politrichie, fibrozd dermica
interstitiald, cicatrici hipertrofice. Glandele
sebacee sunt distruse rapid. [9]

Tricoscopia poate oferi indicii importante
pentru diagnosticarea precoce. Criteriile
specifice de tricoscopie in alopeciile cicatriciale
primare sunt reprezentate de: pierderea
ostiumurilor foliculare, puncte si pldci albe,
scuame peripilare si eritem. Elementele
tricoscopice frecvente in foliculita decalvanta
sunt: politrichia, care reprezintd emergenta de 5-
20 de fire de par dintr-un folicul dilatat, criteriu
inalt specific pentru foliculita decalvantd,
eritemul perifolicular, hiperkeratoza foliculard,
placi albe, pustule perifoliculare. Mai pot fi
prezente scuame tubulare perifoliculare, cruste,
vase arborizate, eroziuni. [10]

Foliculita decalvantd a scalpului poate
intdimpina dificultati de diagnostic diferential
datoritd polimorfismului clinic in evolutie. Se
exclud celelalte patologii care fac parte din
alopeciile cicatriciale primare, alopeciile cica-
triciale secundare, alopecia areata, tricotilomania,
sifilisul secundar si altele. [4][9]

Foliculita decalvantd este o patologie cronicd,
cu recdderi, dificil de tratat. Tratamentul de
obicei, este de lungad duratd, nu poate recupera
foliculii pilosi distrusi, dar initiat la debutul bolii,
poate opri evolutia. Rolul tratamentului este de a
opri inflamatia si distructia foliculara, cu
prevenirea alopeciei ireversibile. Incid nu exista
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biopsy of the alopecic plaques with a 4 mm
punch-biopsy tool in a clinically active area. [§]
According to the classification of scarring
alopecias, folliculitis decalvans belongs to the
neutrophilic group, we specify that neutrophils
are present in the inflammatory infiltrate at the
onset of the disease. In contrast, in patients with
advanced disease, the inflammatory infiltrate
may be mixed. Thus, in folliculitis decalvans, the
initial lesions show keratin aggregation at the
infundibulum with dense acute perifollicular
neutrophilic infiltrate in the upper part of the
follicle. In evolution, the intrafollicular and
perifollicular inflammatory infiltrate consists of
neutrophils, lymphocytes, histiocytes, and
plasmocytes in the dermis, with the onset of
follicular destruction. Later, histopathological
examination describes scarring perifollicular
fibrosis with fibrous trajectories that replace the
hair follicle, tufted hairs, interstitial dermal
fibrosis, hypertrophic scars. The sebaceous
glands are destroyed early on. [9]

Trichoscopy can provide important clues for
an early diagnosis. The specific criteria for
trichoscopy in primary scarring alopecias are:
loss of follicular ostium, white dots and plaques,
scales, and erythema around the hair shafts.
Common trichoscopy elements in folliculitis
decalvans are: tufted hairs, which represent the
emergence of 5-20 hairs from a dilated follicle, are
highly specific criteria for this type of folliculitis,
perifollicular erythema, follicular hyperkeratosis,
white plaques, perifollicular pustules. Peri-
follicular tubular scales, crusts, wooded vessels,
erosions may also be present. [10]

The differential diagnosis of folliculitis
decalvans of the scalp may be difficult due to the
evolving clinical polymorphism. We excluded the
other pathologies that are part of primary
scarring alopecias, secondary scarring alopecia,
alopecia areata, trichotillomania, secondary
syphilis. [4] [9]

Folliculitis decalvans is a chronic pathology
with many relapses and is very difficult to treat.
The treatment is usually long-lasting, with
irreversibly destroyed hair follicles, but if
initiated at the onset of the disease, the evolution
of the disease may be slowed down. The role of
treatment is to stop inflammation and follicular
destruction while preventing irreversible




un consens terapeutic datoritd studiilor muici,
incidentei scazute a bolii, dar antibioticele sunt
considerate prima linie de tratament pentru
efectul antibacterian si antiinflamator, fiind
amintit rolul stafilococului auriu in etiopatogenia
bolii. Astfel, optiunile terapeutice includ:
antibiotice topice si sistemice (doxiciclina,
rifampicina, clindamicina, azitromicina), cortico-
steroizi topici si sistemici, derivati de vitamina A
topici si sistemici, dapsona, antiseptice, terapia
fotodinamica (PDT), tacrolimus s.a. [11] [12]

Particularitatea acestui caz consta in faptul ca
pacientul nu a fost diagnosticat corect o perioada
foarte lungd de timp, astfel nu a putut fi initiat
tratamentul tintit pentru a limita evolutia bolii,
terapia cu dermatocorticoizi i-a agravat leziunile,
tratamentul cu antimicotice a fost ineficient, iar
evolutia bolii a fost nefavorabild, cu ciderea
ireversibild extinsd a pdrului. O alta
particularitate o reprezinta asocierea foliculitei
decalvante cu hidradenita supurativa, afectiune
inflamatorie care afecteazd glandele sudoripare,
in care inflamatia si stafilococul auriu au rol
determinant.

Concluzii

e Foliculita decalvanta este o patologie
cronicd, cu recdderi, cu un impact major
asupra vietii pacientului: desfigurare,
disconfort si suferintd psihologicd, cu
scdderea stimei de sine.

e In foliculita decalvanta si celelalte alopecii
cicatriciale este importantd recunoasterea
clinicd rapidd deoarece interventia tim-
purie este criticd in prevenirea compli-
catiilor pe termen lung: alopecie cica-
triciald cu pierderea ireversibild a parului.

e Ameliorarea inflamatiei si a progresiei
bolii reprezintd tintele terapeutice in
foliculita decalvantd. Eradicarea stafilo-
cocului auriu are un rol important in
limitarea bolii.

e Noi studii sunt necesare pentru intelegerea
completd a patogenezei si a optiunilor
terapeutice pentru un management mai
bun.
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alopecia. There is still no therapeutic consensus
due to a small number of studies, low incidence
of the disease. However, antibiotics are
considered the first line of treatment for
antibacterial and anti-inflammatory effects, as we
previously mentioned the role of Staphylococcus
aureus in the etiopathogenesis of the disease.
Thus, therapeutic options may include: topical
and systemic antibiotics (doxycycline, rifampicin,
clindamycin, azithromycin), topical and systemic
corticosteroids, topical and systemic vitamin A
derivatives, dapsone, antiseptics, photodynamic
therapy (PDT), tacrolimus, etc. [11] [12]

The particularity of this case is that the
patient was misdiagnosed for a very long time, so
the targeted treatment could not be initiated to
limit the evolution of the disease; topical
corticosteroid therapy aggravated the lesions,
antifungal treatment was ineffective, and the
evolution of the disease was unfavorable, with
extensive irreversible hair loss. Another particu-
larity is the association of decalcifying folliculitis
with suppurative hidradenitis, an inflammatory
condition that affects the sweat glands, in which
inflammation and Staphylococcus aureus play a
decisive role.

Conclusions

e Folliculitis decalvans is a chronic disease
with multiple relapses that has a major
impact on the patient’s quality of life:
discomfort, psychological effects, dis-
figurement, lowering self-esteem.

e In the other scarring alopecias and
folliculitis decalvans, a fast diagnosis is
extremely important to slow down the
evolution of the disease and its com-
plications: scarring alopecia with irre-
versible loss of hair.

e The improvement of inflammation and
stopping the progression of this pathology
are the most important therapeutic targets.
Eradication of Staphylococcus aureus has a
very important role in limiting the disease.

e New studies are needed to understand the
pathogenesis and therapeutic options for a
better management of this type of alopecia.
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